Introduction
Reactome is open-source, open access, manually curated and peer-reviewed pathway database. Pathway annotations are authored by expert biologists, in collaboration with Reactome editorial staff and crossreferenced to many bioinformatics databases. A system of evidence tracking ensures that all assertions are backed up by the primary literature. Reactome is used by clinicians, geneticists, genomics researchers, and molecular biologists to interpret the results of high-throughput experimental studies, by bioinformaticians seeking to develop novel algorithms for mining knowledge from genomic studies, and by systems biologists building predictive models of normal and disease variant pathways.
The development of Reactome is supported by grants from the US National Institutes of Health (P41 HG003751), University of Toronto (CFREF Medicine by Design), European Union (EU STRP, EMI-CD), and the European Molecular Biology Laboratory (EBI Industry program).
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The general function of the G alpha-s subunit (Gs) is to activate adenylate cyclase (Tesmer et al. 1997 ), which in turn produces cyclic-AMP (cAMP), leading to the activation of cAMP-dependent protein kinases (often referred to collectively as Protein Kinase A). The signal from the ligand-stimulated GPCR is amplified because the receptor can activate several Gs heterotrimers before it is inactivated.
The classical signalling mechanism for G alpha-i (Gi) is inhibition of the cAMP dependent pathway through inhibition of adenylate cyclase (Dessauer et al. 2002) . Decreased production of cAMP results in decreased activity of cAMP-dependent protein kinases.
G alpha-z (Gz) is a member of the Gi family. Unlike other Gi family members it is pertussis toxin-insensitive. Gz interacts with Rap1 GTPase activating protein (RAP1GAP) to attenuate Rap1 signaling.
The classic signalling route for G alpha-q (Gq) is activation of phospholipase C beta, leading to phosphoinositide hydrolysis, calcium mobilization and protein kinase C activation. This provides a path to calcium-regulated kinases and phosphatases, GEFs, MAP kinases and many other proteins. 
